(only two-thirds normal width) with marked valgus of foot, dislocation of peroneal tendons, absence of outer part of foot and two toes, and adduction (not abduction) of forefoot. Some antero-posterior curve in lower third of tibia, with dimple over convexity. September, 1924, mid-tarsal and subastragaloid arthrodesis with correction of valgus.
Knee treated by fixation in plaster in flexion for two years, without result. January, 1927.-Operation on knee. Complete absence of crucials. Anterior crucial made from strip of fascia lata, and internal lateral ligament reinforced by same (Hey Groves-Alwyn Smith operation). Knee fixed in moderate flexion for four months and then allowed to extend.
Examination.-Present Condition.-Stable knee with no byperextension and no anterior subluxation of tibia. Slight antero-posterior instability of tibia when knee slightly flexed. Foot stable and in good position. Wears a caliper with a platform for boot to rest on, leg being short.
If the knee remains stable (and i*t should do so) amputation of the foot, and an artificial leg at a later date, will probably be the best treatment. Di8cu88ion.-Dr. J. KINGSTON BARTON said that the interesting matter was to fix a date for the commencement of the renal disease. He believed that in all these cases the patients had renal sclerosis. The test was not the albumin, but the polyuria; also there was this high grade of blood-urea. This child was said to have had diphtheria at 3i years of age, and diphtheria was often followed by renal disease, usually of the parenchymatous variety. He considered that the condition in the present case was congenital. The blood-urea was still high, and he thought it would always be so. Rickets, in cases of renal dwarfism., usually caine on after the age of four years. Some of the worst cases-i.e., those of severe knockknee-came under the care of the orthopeedic surgeon when the child was 11 or 12 years old. He asked as to the prognosis, especially as Dr. Cockayne said there need not be changes in the heart. Usually children with congenital renal disease did not live beyond puberty, but in Dr. Samuel West's book a man aged 74 was mentioned who had had renal disease of this kind all his life. Post-mortem examinations had shown contracted kidneys, not the tubular disease.
Renal
Mr. H. A. T. FAIRBANK (Ptesident) asked whether it was usual to find the changes more marked in the lower limbs than in the upper. This child's wrists did not show anything striking, but at the lower end of the femur there was a decidedly fluffy appearance in the skiagram. Recently he had seen a case of late rickets in which the only parts showing changes were the wrists; the other epiphyses were fairly normal.
Dr. E. A. COCKAYNE (in reply) said he could not answer the President's question. He thought the condition was congenital, and that in all these cases the patients had congenitally small kidneys, but did not have the bony changes or the albuminuria or the high bloodurea until later. The high blood-urea was, he considered, the beginning of the end. This child probably would not live more than a year or two. Splenic Anamia.-E. A. COCKAYNE, M.D.-(Previous report of case Proc. Roy. Soc. Med., 1929 , xxii, 1252 Splenectomy was performed by Mr. Eric Pearce Gould in July, 1929. Dr. S. L. Baker's report is as follows: Enlarged spleen. Sections show a somewhat congested condition of the blood-sinuses, the walls of which are more prominent than normal, the general appearance resembling in some respects that seen in some cases of Banti's disease. The lymphoid tissue is well developed (prominent lymphoid follicles could be seen on the cut surface with the naked eye). There is no evidence of tuberculosis or other specific inflammation. Portions of the spleen ground up and inoculated into a guineapig failed to produce disease."
Since the operation the patient has improved very much in general condition and appears to be no longer ancemic. She has had no further attacks of pyrexia.
Discussion.-Dr. F. PARKES WEBER, speaking in regard to the question whether it was necessary that in every familial hmemolytic case there should be abnormal fragility of red cells, said that in some of the big family series, doctors had taken great trouble to see and examine all the members of the family. In that way many " incomplete " cases had been discovered. He thought that abnormal fragility of red cells was not invariably present.' In regard to the microscopical characteristics of the excised spleens, Dr. J. W. McNee (Glasgow Medical Journal, 1929, cxi, pp. 65, 193, 288) should be consulted.
Dr. COCKAYNE (in reply) said that amongst the members of a familv who bad typical haemolytic jaundice there might possibly be some with an enlarged spleen yet without undue fragility of the red corpuscles in hypotonic saline. Altbough this fragility was considered by many to be pathognomonic, it was obvious that the red corpuscles could never be in hypotonic saline in the body, and therefore their destruction, during life, must be due to some other cause.
If Dr. Parkes Weber was right and in some members of a family there was no undue fragility of the red corpuscles in hypotonic saline, this child and her father had heemolytic jaundice, though without jaundice or undue fragility of the red cells in vitro. If not, two hereditary diseases had been confused together, in both of which the red cells were easily destructible in the body, but in one of which the red cells were unduly fragile in hypotonic saline, while in the other the red cells were as resistant as normal cells to its action. 
